396 B 472 8 K224, 2025,47(5) http: //aammt. tmmu. edu. cn

DOI: 10. 16016/j. 2097-0927. 202407057

B B BB RIGE FEESER LEAERESER CEMIP RiZHIERTR

BA iR L EAE I A MBRLNER, EAR,E R ERRRER, B
i 2 € 2 s (3 = R DR e KPP 5 ) W A PR T 10 2R G TR o3 T 117 S, TG

(FZE] HM 268 8 i 0B U R 1 5000 K5, 18 75 B 20 5 1 00 g 2 W 2 D g K& vl e
ORI RE AR . i WO R AR A B S D IH AR B 2022 4F 1-12 A WORdT N B A IRYT Y
S 3R B R 2L 23 Bl R i 2 2 S 9 i B S e 2 A A T 1) 41 2 1 H3K 2T ac &1
A G 0 J5 #E 1] 4 3K (cleavage under targets and tagmentation, CUT&Tag) ¥ , 3 T A= W) {5 Bo2f T 24
Jizn L 5 988 1A £ o SRR O 4 O SRR AL 5 M T CRISPRi B+ HUB 243 5 1, Western blot
DN L PR 1 235, IF R ] CCK-8 ¥ Transwell iF B8 =72 S5 90 A6 I XoT e 25 240 A K% 1 19 2 4 L %) 185
TR RZER T, 4R R E RS IER B AL AR 15 5 25 5 ] 2. (P<0. 05) , A 4141
rh I PR PG SR T BB S 5 s R GE Y B ) R A R B A A A e R T IR A Gk H A
1 RS 15 585 H (cell migration-inducing protein, CEMIP) 52 21| 4¢3 5 1 ) A 2, T AU 38 ok 1 i
I8 20 il CEMIP 25 11 3R 35 5 T [ (P<0. 05) , 4 3% 58 58 AR X 3T 3% 180 BRI AR X 42 28 1TH FRAL Rl =2 R B
(P<0.05). &5& BB RE TN T B0, JON LN CEMIP R] f¢ BEE A0 A 1 B R A

172,
(€87 ] BH% B9 415 (4 H3K27ac; IR0 T, T B 1A S E N
[HREESZES] R394.3;R730.23;R735.2 [CEkERERD] A

Remodeling characteristics of super-enhancers in intestinal gastric cancer and their

roles in upregulating CEMIP expression
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[Abstract]| Objective To map the super-enhancers remodeling of intestinal gastric cancer and reveal
the tumor biological functions of the super-enhancers and the downstream target genes that may be activated.
Methods A total of 31 normal gastric mucosal tissues, 23 intestinal gastric cancer tissues and 9 intestinal
gastric cancer organoids were collected from the Department of Gastroenterology of Army Medical Center of
PLA from January to December 2022. Chromatin targeting histone H3K27ac modified chromatin targeting
cleavage under targets and tagmentation (CUT&Tag) sequencing was conducted on above tissues. The
remodeling profiles of super-enhancers in intestinal gastric cancer were analyzed and the key target genes were

identified based on bioinformation tools. CRISPRi technology was used to intervene with the super-
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enhancers, the expression of target genes was detected with Western blotting, and the proliferation, migration

and invasion abilities were detected by CCK-8 assay and Transwell chambers in the control group and the

intervention group. Results There was a significant difference in the signal of super-enhancers between

intestinal gastric cancer tissues and normal gastric mucosal tissues (P<0.05), and the active super-enhancers

in cancer tissues may be involved in biological processes such as negative regulation of the immune system and

cell adhesion. The expression of up-regulated cell migration-inducing protein (CEMIP) in tumor cells was

regulated by the super-enhancers, and intervening the super-enhancers down-regulated the expression of

CEMIP (P<0.05), and inhibited the cell proliferation, invasion and migration abilities of tumor cells (P<

0.05). Conclusion Super-enhancer remodeling is observed in intestinal gastric cancer, and they can up-

regulate the expression of CEMIP gene and promote the growth, migration and invasion of cancer cells.
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